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[ E] HE KREEMESHER(AMI) B H 2 K BRI RANR(PCT) & fo & & EF 4 am it A K B -F 21 (FGF-
21) M BALYEE(MPO) KT 5 FEM £ R, Ak 42016 F1 A £2018 4 12 A £&REHEZL PCI R&HFwy
108 4 AMI B F A AFF Rt R, HBHAFTIRPRETLALIERR S hEFH(MACE) , BAY A TG R R A4(25
) Ao TG BATLL(83 41) , KA BB 5o 5 R M kAR M) % 3K fn i FGF-21 A | 5K A ARk 4 S 5 BT ik Al 2 X
F friE MPO KT, 54 FGF-21 MPO 5 AMI %= PCI KJG MACE X A 69 % & B4 B MACE &K £ ek, &R
TG R B4 FGF-21 MPO /K-F34 3 TG RAF4, £ F ¥ A %435 & L (P<0.05) , FGF-21+MPO # B AMI
%% PCI XJ5 MACE & 4% ROC W & T @42 (AUC) 4 0.860, % F FGF-21 \MPO # 3 #-#f AMI %% PCI K5
MACE & A #5 AUC, FGF-21>140.41 ng/L #= FGF-21 <140.41 ng/L # & % MACE & % & 5 3| % 39.58% #=
10.00% , £+ A %it 5 & L (P<0.001) , MPO>419. 42 wg/L #= MPO<419.42 wg/L # %% MACE £ 4 £ 53| %
35.00% #= 8.33% , £ F A it FE XL (P=0.001), Cox B & & Cox % B & % 27 FGF-21 MPO 5 AMI % #
PCI KJ& MACE £ A %48 (39 P<0.05) . 458 AMI &% PCI K5 foiF FGF-21 MPO X+ 5FEH £, &k
4 FGF-21 \MPO 5 MACE X A £ %,

[FEHES] R4 [XEkFRIRAE] A

Relationship between the levels of serum fibroblast growth factor-21 and myeloperox-
idase and prognosis in patients with acute myocardial infarction after percutaneous

coronary intervention
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[ ABSTRACT] Aim To investigate the relationship between serum fibroblast growth factor-21 (FGF-21) , myeloper-
oxidase (MPO) levels and prognosis in patients with acute myocardial infarction ( AMI) after percutaneous coronary inter-
vention (PCI). Methods 108 AMI patients who received PCI in our hospital from January 2016 to December 2018
were selected as the study subjects.  According to whether major adverse cardiovascular events (MACE) occurred during
follow-up, patients were divided into two groups: poor prognosis group (25 cases) and good prognosis group (83 cases).
The levels of serum FGF-21 and MPO were detected by enzyme-linked immunosorbent assay and colloidal gold immuno-
chromatography respectively.  The relationship between FGF-21, MPO and MACE in AMI patients after PCI, and the effi-
cacy of FGF-21, MPO in the diagnosis of MACE were analyzed. Results The levels of serum FGF-21 and MPO in
the poor prognosis group were higher than those in the good prognosis group, and the differences were statistically significant
(P<0.05). Area under ROC curve (AUC) of FGF-21+MPO in the diagnosis of MACE in AMI patients after PCI was
0. 860, which was higher than that of FGF-21 and MPO alone in the diagnosis of MACE in AMI patients after PCI.  In pa-
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tients with FGF-21>140. 41 ng/L and FGF-21 <140. 41 ng/L, the incidence of MACE was 39. 58% and 10. 00% , respec-

tively, and the difference was statistically significant ( P<0.001).

In patients with MPO>419.42 png/L and MPO <

419. 42 pg/L, the incidence of MACE was 35.00% and 8.33% , respectively, and the difference was statistically signifi-

cant (P=0.001).
in AMI patients after PCI (all P<0.05).

Cox univariate and multivariate analysis showed that FGF-21 and MPO were closely related to MACE
Conclusion The levels of serum FGF-21 and MPO are related to the prog-

nosis in AMI patients after PCI, and high levels of serum FGF-21 and MPO are closely related to MACE.
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TR EAEH], MLAh, FCF-21 B 252 E ik
S AMI 20057 5% 0 P B o G W (my-
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2.1 2 4AME FGF-21 MPO 7K E L%

X} 108 5] AMI H 5 BREERETT, 25 #1(23.15% )
K MACE FH, WA R4 IME FGF-21 . MPO
K THE RIGFH, ZRARITFEX(P<
0.05;% 1),

% 1. 2 AIEF FGF-21 MPO 7k F th 3%
Table 1. Comparison of serum FGF-21 and MPO levels be-

tween the two groups

Vol BI%  FGF-21(ng/L)
PUGEA R4 25  167.32+25.92

MPO( pg/L.)
489.54+99.53

T Je R Ar2H 83 130. 68+28. 64 422.75+68.03

t 5.726 3.142

P <0.001 0.004

2.2 Imi%& FGF-21 MPO ¥ AMI & MACE £ 4%

FGF-21+MPO T AMI 2% MACE %41 Lo-
gistic [8] I 75 F£ N F = 12. 189 - 0. 046 x FGF-21 -
0. 009xMPO, FGF-21+MPO FiiH|AMI H # MACE

% 2. F FGF-21 MPO ¥ AMI £ MACE & & HI%18E

KA ROC FHZE T T FE (area under curve, AUC) 4
0. 860, /=T MPO Bl fiif] AMI 3 MACE &A1
AUC(Z=2.757,P=0.006), FGF-21 +MPO i H|
AMI £ # MACE % 4 ) ROC AUC (0.860) i T
FGF-21 Pl 1 4] AMI B & MACE & 4 9 AUC
(0.832), HERLHIT*E X (Z=1.015,P =
0.310) (K 1.%2),
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Figure 1. ROC curve of serum FGF-21 and MPO predicting
MACE in AMI patients

Table 2. Efficacy of serum FGF-21 and MPO in predicting MACE in patients with AMI

gE| AUC SE 95% C1 ZPBIEEL TS R (% ) R (%)
FGF-21 0.832 0.044 0.748 ~0.897 0.611 140. 41 96. 00 65.06
MPO 0.703 0.063 0.607 ~0.787 0.370 419.42 84.00 53.01
FGF-21+MPO 0. 860 0.043 0.780 ~0.919 0.595 — 92.00 67.47

2.3 AEIMF FGF-21, MPO 7K ) AMI £ &
MACE % 4 Z Lb 4%

FGF-21>140. 41 ng/L 1 FGF-21 <140. 41 ng/L
M, MACE & 4= 343 51 8 39. 58% (19/48 ) Fil
10.00% (6/60) , 2= 55 Gt 11 2# 7 X ( Log-Rank Chi-
square = 14. 100, P<0. 001 ;&1 2) , MPO>419. 42 pg/
L Al MPO <419. 42 wg/L ) # , MACE %4 F )
4 35.00% (21/60) 1 8.33% (4/48) , 27 H 5
1127 X (Log-Rank Chi-square=10.717,P=0.001;
E2).,

2.4 4N AMI 2 MACE £ £ XEZE S

PR LA MACE 1R IR AR &t F M0 AR
BMI BH PRI 52 | e i F 52 5 A I E 52 WA FGF-

21 MPO . TC TG ,LDLC & HDLC £ A28 &, 5351
A Cox ﬁ.%ﬁ'*ﬁ &R R AE R FGF-21
MPO.TC.LDLC } HDLC 5 AMI & # PCl RJ5
MACE &AM K, M AR a<0.10, #F—H
AR IR R R IR ILEE B2 FGF-21 \MPO | TC | TG ,
LDLC 2 HDLC — 44 A Cox Z N K 3Hr, 45 R
7~ FGF-21 MPO 5 AMI 3 PCI RJ§ MACE k4
UM (£3)

3 3 i

Wit ¢ ] J R A 1 7P ) B v e 2 i At A
AR ER o LA 0 ) A B AR B T L 2
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Figure 2. Comparison of MACE incidence in AMI patients with different levels of serum FGF-21 and MPO
%= 3. g AMI £33 MACE £ £ HEXEZESH
Table 3. Analysis of related factors affecting the occurrence of MACE in patients with AMI
Cox ML ZE 1 HT Cox ZHRE W
FSE
HR 95% CI P HR 95% CI P
T (>60/<60,%) 1.032 1.006 ~1.100 0.038 1.053 0.802 ~1.218 0.467
PRI (B2 0.497 0.208 ~1.045 0.102 — — —
BMI(>23.91/<23.91 ,kg/m”) 0.974 0.842 ~1.120 0.677 — — —
RIS (/) 1.733 0.800 ~3.254 0.174 — — —
e IR S (/A7) 1.911 0.942 ~2.345 0.094 1.612 0.741 ~2.411 0.578
T BB ILAE S (/7)) 1.379 0.843 ~1.899 0.078 1.261 0.552 ~1.928 0.276
WA (/75 ) 0.675 0.330 ~1.271 0.291 — — —
FGF-21(>140.41/<140.41,ng/L)  4.830 2.167 ~10.765 <0.001 4.392 1.823 ~8.89%4 0.008
MPO(>419.42/<419.42 ,ug/L) 4.932 2.251 ~10. 806 0.001 4.435 2.517 ~11.243 0.010
TC(>4.30/<4.30,mmol/L) 1.528 1.356 ~1.782 0.001 1.316 0.745 ~1.811 0.220
TG(>1.52/<1.52,mmol/L) 0.569 0.313 ~1.078 0.089 1.023 0.844 ~2.012 0.549
LDLC(>2.51/=<2.51 ,mmol/L) 1.578 1.211 ~2.346 0.010 1.034 0.921 ~1.614 0.375
HDLC(>1.10/=<1.10,mmol/L) 0.547 0.213 ~0.677 0.008 0.745 0.456 ~1.276 0.297
AMI, =B AT S0 ERES . PCLARATA LA W#E—B40 0 AMI B3 L7 FGF-21 MPO /KF- 5

J7T AML Hk T 2 8UR AT, MACE /£ PCI
ARJGHE G W W5 PR ) R B bR, A B
ST i R I, Sk — A
AIYERTITA AMI 23 PCI R JS MACE &A= 094E W)
b HAA TG R (E
A5 AR E TS AMI B35 1S FGE-
21 MPO /K-, B HUG A R4 1l FGF-21 ,MPO
AR R TG RAF4 , R\ FR AT g5 AMI &
H PCLIRITIG TG A O, it 24 AMERERREYS, T
fi# 5] 108 ] AMI #2225 % 4= T MACE 4},
HEBFHA ZRMIT, £5% KM FGF-21,
MPO PEHT AMI 2 MACE 4 & AE 15 00, 45 3 1R
FGF-21 MPO Bl 1 ] AMI B & MACE & 4 K
ROC AUC 43514 0. 832 F10. 703 , 4 FFAE—EME .,

H MACE RAEFHICR , EH LK T AN A FGF-21
1 MPO /K5 MACE & A1E 00, & B FGF-21 >
140. 41 ng/L BFEH MACE K/EE K 39.58% , /T
FGF-21 <140. 41 ng/L 1 #; MPO>419.42 ng/L
BHE B MACE &4 % H 35.00% , = T MPO <
419. 2pg/L R, FIRGEREN & MK
FGF-21 MPO 5 AMI % PCl RJ5 MACE k4%
M, BV FGF-21 MPO 5 AMI & W5
ICFR BRI S A 0% BT WE PR S |5 I
o IR ILAE S MR FGEF-21 . MPO \TC TG . LDLC
K HDLC Y94 A Cox PR ZE K Z R #7455 ik
7~ FGF-21 MPO 5 AMI % PCI RJ5 MACE k&
YR , K F B FGF-21 MPO #278 AMI % 2
AEN MACE & AR50,
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AW BOR  FGF-21 7ENUAR i fa 25 Al
BRBAR i 0 1 vh R A HEAE A, FGF-21 1l Y
FGF-21 itf& & B-Klotho 454 , ik 22 24 1% AL M6 1
DR A7 30 % ) ST 8 o A B ) IR, I A O
B O WLARME SN ARG FGF-21 n] IR0 I ke 4
D EB G E ONLER . A, A EHE 2 B FGF-21
AR IS P TE B AR I, PR B S0 Ik o R A Ak 1
B NI, FGF-21 3t 3 A 1k T fiE 3= 2 5 1
Tl PR 4R T R TR AR AR IR SE B, (H Y B
it B K3k FGF-21, 175 FGF-21 /KF-THa , Hobi sh ik
Wb TRe S Z B, JE W 2 A RAEH . SHEZ
TURFFE S R 0 B | 20 B Sk ) B
15 o0 3 £F B I 350 s ok o6 B A R 2 1L TE FGF-21
TR, MPO == B30 33 17 b 18 H P s 41 i i e
WAL, F 85 5 — A A AT AR AR R R
MU T A T R IE, MPO R A5 412 i e IR
Sk P AR B T B B 56 i S I, e 28 BULAA
ANIE T KA MACE , {H OG- H 5L A5 2 A= BRAIL 475
B RFEEREAF I — 2 UE S

Zi BTk, AMI ¥ PCI RJ5 IiL7 FGF-21 .
MPO /K5 HUEA K, &G FGF-21 \MPO /K-
/R AMI 3 PCI RJG MACE k48 RE  BiR #
2%, ARWFEAEELLT AR (1) B iiFss , EFEAR
WePE EAATE— B MRy, HREAC AT AR 5 (2) FEAR
PRI A AL E RS, A5 B RAEA & | i 17
ZHOIFR LA SEE AR IR 4518
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